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Background:  Copeptin is released from the pituitary gland after acute myocardial infarction (AMI). The trigger for the activation and the liberation 
kinetics of copeptin during AMI are unclear.
Methods:  We evaluated the release kinetics of copeptin in an experimental model of AMI in 4 pigs. Infarction was induced by occlusion of the 
D2-branch for 90 minutes via PTCA. Blood samples were taken in 30 minute intervals. Vital signs were measured continuously. Infarction size was 
assessed by cardiac MRI.
Results:  Occlusion of the D2-branch caused a reproducible infarction size and led to elevated troponin T levels in all pigs. Baseline values of 
copeptin 1 hour before infarction did not differ. A considerable increase of copeptin levels was only evident in two animals, whereas two animals did 
not show a relevant elevation following ischemia (Fig.1a).
Highest copeptin levels were measured 30 minutes after coronary occlusion. There was a strong correlation between mean arterial pressure (MAP) 
and copeptin kinetics. Animals with high copeptin values showed a significant drop of MAP in consequence of AMI, whereas in animals with stable 
MAP after infarction levels did not raise (Fig.1b). Infarction size, heart rate and urine volume did not show any correlation with the extent of copeptin 
levels.
Conclusions:  Increase of copeptin levels after AMI is associated with infarction-related decrease of MAP but not with myocardial ischemia or 
infarction size. Copeptin kinetics show very early peak values after infarction.
